In the past, opportunity to study the hypoglycemic state in human beings has been difficult to obtain. Before the introduction of the insulin hypoglycemia treatment of schizophrenia, the hypoglycemic state was considered to be dangerous and only a few observations were made by deliberately inducing this state in man. In January, 1937, the treatment of schizophrenia by the insulin hypoglycemia method was undertaken at the Rochester State Hospital. The patients were normal, physically, but had a functional mental disease; they thus provided an excellent chance to observe the effects of the injection of insulin and insulin hypoglycemia. The following study on the relation between the concentration of uric acid in the blood and the administration of insulin is a portion of the work done on the chemical changes accompanying hypoglycemia among these patients.
If one administers a large dose of insulin and allows hypoglycemia to develop, the concentration of uric acid in the blood drops markedly. The extent of the drop varies, but it may reach large proportions (Table I) . 1 Fellow in Medicine.
Insulin hypoglycemia decreases the concentration of uric acid in the whole blood, serum, and plasma. The decreases differ, however, in the different components of the blood (Table II) . Table III shows the concentration of uric acid and sugar when insulin was not administered. These control studies, which do not show any significant spontaneous alteration in the concentration of uric acid in the blood, would seem to confirm the impression that there is a causal relationship between the administration of a large dose of insulin and lowering of the value for the uric acid in the blood.
These studies led to an inquiry into the question as to whether the ability of insulin to cause a drop in the value for the blood sugar, or some other property of insulin, is responsible for the change. To study this question a large dose of insulin was given to fasting patients. This dose was equal to or greater than the amount necessary to produce coma. Following this, sufficient carbohydrate to prevent the appearance of hypoglycemia was administered. The lowering effect of insulin on the blood sugar was counteracted by the giving of approximately 25 grams of chocolate (2) noted that the concentration of uric acid in the blood is increased by starvation and diminished again when the feeding of carbohydrate and protein is resumed. Lockie and Hubbard (3) found that diets high in fat and low in carbohydrate induce an increase in the concentration of uric acid in the blood of patients who have gout and that diets high in carbohydrate lower the concentration in these cases. Quick (4) has shown that ketosis or a lack of antiketogenic substances can cause a retention of uric acid in the body.
Tashiro (5) induced a decrease in concentration of uric acid in the blood of geese by the injection of insulin whereas Liotta. (6) reported an increase in the dog. Kiirti and Gyorgyi (7) observed that the time necessary to excrete a given amount of uric acid is prolonged by administration of insulin but Chrometzka (8) stated that he had been unable to influence purine metabolism with insulin. Taubmann (9) described an increase in 
